F ive years ago, Jarvis 1 heralded the rebirth of investigation of the social causation of psychoses.
In this In Review section he charted the growing interest in Europe based on studies of immigrant groups. 2 Evidence was accumulating that social factors have a role in the development of schizophrenia and other psychoses. 1, 3 At that time, the mechanisms by which social factors exert their influence were unknown. It was hoped that future research would identify how the exposure to social adversity leads to the development of psychotic symptoms. 1 The literature has grown significantly, but researchers investigating the social causes of psychosis are still in the minority. 4 This may be changing as clear and plausible mechanisms through which social factors can cause the cognitive, structural, and neurochemical changes seen in the psychoses are being reported. 5, 6 The argument that psychosis is a brain disease does not rule out social causation. 5, 7 It may be worth reflecting on that we have no problem accepting the social causation of other illnesses with physical manifestations, such as coronary thrombosis.
The final common pathway is a blockage of the artery leading to heart muscle death. This can occur by a slow plugging of the arteries, an embolus being thrown off a fatty plaque or spasm. Fatty plaques build up over many years from childhood onwards. The actual timing of the heart attack not only depends on a person's lifetime accumulation but also the work that the heart has to do at the time; heart attacks usually occur during exercise. The amount of work is linked to individual factors, such as weight, as well as environmental factors, such as the ambient temperature, but these are not the only social risk factors. We all realize that risk is complex. Though inheritance plays a role (and for some with familial hyperlipidemias it is a significant role), for most it is a vulnerability factor, and whether we have a heart attack relies on a combination of other factors including our diet and level of exercise, which are influenced by our social contexts. For instance, our diet depends on what types of food are available and what we can afford, but we know there are other factors involved, such as our psychological state, as we tend toward eating high-calorie foods when we are stressed. Other responses to stress are the use of anxiolytics, such as tobacco and alcohol, to ease social interactions. These may increase our risk of cardiac disease. Their rate of use in society depends not only on culture but also on their availability and cost. The last 2 factors are regulated by the state, and the sources of stress that lead to these behaviours are similarly complex, including financial insecurity, job stress, family and relationship stress, and our position in society. 8 I could go on.
The point is that clinicians, researchers, and the general public are very quickly able to build and understand complex models of risk for physical diseases. They understand that there are 4 dimensions of risk: vulnerabilities and resiliency factors at an individual level; environmental-level factors, such as where you live, what the laws are, and how easy it is to live a healthy lifestyle; an interaction can occur because individual risks and environmental risks are not independent (for instance, your social context changes if you lose a parent when you are young); and, finally, timing is important because there are sensitive periods in development and resiliency changes with age. 7 The model for social risk for schizophrenia and other psychoses is similar to that of heart disease. The 4-dimensional model used to explain the social causation of heart attacks was actually developed to explain the causation of schizophrenia for public health officials. 7 There are individual factors, such as genetic vulnerability, that are important. There are group level factors, such as where you live and the position of your group in society. There is an interaction between individual and ecological risk factors, for instance, a person's cannabis use is related to its availability and the prevailing laws. There are also sensitive periods, such as teenage years, where it seems some risk factors have more of an impact.
But how does that risk lead to psychosis?
One model is that exposure to social risk factors may have an impact on the developing brain during sensitive periods, increasing its vulnerability to respond to challenges by producing psychotic symptoms. 5 This type of thinking has yet to be consolidated in etiological models of psychoses. This is part of a long history of psychiatrists and particularly researchers considering and sometimes leading the development of insights into the social etiology of illness. 9 These ideas have come and gone and at times we have been left with rhetoric, such as "the decade of the brain." 10 p 739
On one level, this is understandable. Researching the social causes of schizophrenia and other psychoses is complicated by decisions that have to be made about what defines the illness. Psychiatric diagnoses are clusters of symptoms rather than hard physiological entities. There is a continuum from normal experiences through to psychotic experiences but the situation is made more difficult because the behaviours or thoughts that are considered useful for deciding what constitutes an illness are selected for their impact on a person's function and their social meaning. 11 Social factors may be important in the genesis of the symptoms, as well as defining the boundaries between wellness and illness.
On another level, these are central issues that we have to deal with in psychiatry, and they should lead us to embrace the complexity we need to include both the brain and the environment in our models of causation.
The human brain has the job of adapting our behaviour to optimize our function in the face of changing environmental challenges. Mental health problems and illnesses are different types of adaptation. They are an interaction between the brain and the world. Studying either the brain or the social world alone is unlikely to be satisfactory. Though there is a strong genetic influence, there is a substantial variation in incidence of illness across places and groups within society. The environment has an important role. 7 The best researched environmental factors include being born and brought up in a city, substance misuse, being a member of a minority group, and trauma. 5, 6 The Canadian Journal of Psychiatry has reviewed the research on minority communities and cities. 3 Elsewhere there are excellent reviews of substance misuse. 5 What has become most clear as research has progressed is that the dichotomy between the physical and the social causation is false. The mechanisms put in place that allow us to adapt to the world are the mechanisms through which mental illnesses are caused. They link the individual to the environment. That is their job. There are biological mechanisms, including genetic mechanisms, but one of our most important tools for adaptation is our cognitive ability. 5, 11 This In Review will discuss our progress on understanding the mechanisms through which social risk factors may lead to psychosis.
Dr Ruud van Winkel and colleagues 12 in the Netherlands are the worldwide leaders in social causation of psychosis. They will review the literature on trauma and the development of psychosis. They will focus on the impact of childhood adversity on the risk of developing psychosis and use it to review what we know about how social, psychological, physiological, and genetic factors work together to cause psychosis.
Dr Sean A Kidd 13 reviews a less well-developed field. He explores, in more depth, the psychological processes that are involved in psychosis. The cognitive alterations in psychotic disorders include problems with attention, memory, processing speed, and reasoning as well as more difficult to measure concepts, such as social cognition.
Social cognition is important in etiology. It is a way of grouping different types of reasoning that help you to understand the social environment as well as your own agency-what is a result of your actions or thoughts and what is a result of the actions of others. This is of particular etiological importance. Some see psychotic symptoms as a disorder of social cognition. 14 The question this poses is how different types of social cognition develop. Studies indicate that social cognition develops during preschool years and is significantly influenced by the environment. It is highly dependent on day-to-day social interactions. Once a particular style of cognition is set, it may have a life of its own. The ability to collect accurate information on the intentions of others and to debunk erroneous assumptions is itself strongly linked to particular aspects of social cognition.
In addition to reviewing the literature on the psychological processes in psychosis, Dr Kidd 13 brings us back to the here and now by discussing the practical implications of our knowledge of psychological processes for treatment.
There is still a long way to go, but the research has come a long way. It is now possible that we may soon be in the position to have a sufficient evidence base to inform more initiatives to prevent psychosis.
Of course, this will not be simple. Heart health depends on work at an individual level, but also developing environments and policies that promote healthy lifestyles. The prevention of psychosis will be similarly complex but, given the immense impact that it has on people, their families, and society, this is certainly a target worth pursuing.
